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Investigation of mechanistic insights into the roles of kinases for inflammation
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Abnormal innate immune response to commensal pathogens with subsequent excessive cytokine and
chemokine production is considered to be a pathogenesis of autoinflammatory disorders. However, the
regulatory mechanism of host responsiveness to bacterial pathogens during development of
autoinflammation is not fully elucidated. In the present study, we have provided mechanistic evidence of
how Tankyrase, a member of the poly(ADP-ribose) polymerase (PARP) family, negatively regulates Toll

receptor signaling.
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. WUIE 1< S AT RE 72 35 o BFE I HL D AHA ©
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